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student’s memory of things described by the demonstrator,
and the men who passed were generally those who had not
spent too much time on dissection.
What would I not give now as a teacher of clinical medicine

if it could be arranged that the work which the men do at
the bedside, in the post-mortem room, and in the laboratories
could be given in their eyes its proper relative value as com-
pared with the facts they are told at lectures and read
in text-books ? 7 Really there should be no difficulty in pro-
viding for all the tangible results of each student’s practical
work, his clinical records, his charts, his bacteriological,
chemical and basmatological reports, together with duly
attested microscopical slides, heart and pulse tracings,
photographs, and drawings to be kept available for surprise
visits of the inspector who should satisfy himself that the
work is being properly done as well as fairly marked. How
much more valuable would all these records be than those

prepared under existing conditions, when every ward clerk
knows that it pays better to learn what the appearances
of optic neuritis are said to be than to " waste " time, as
he would call it, in seeing and making a diagram of a par-
ticular example. A physician or surgeon surrounded by his
small army of students working on these lines, instead of by
his present flock hungering for examination tips, might hope
to prove false the statement that advances in our science
can only be secured by a special class of researchers. Our
wards might once more become centres of learning in place
of centres of teaching. I must not detain you by picturing
the millennium in medical education which will appear when
examination is replaced by intelligent inspection. I should
run the risk of being accused of overstating my case, but
not, I believe, by those who have studied the principles of
education.
Already inspection has entirely replaced examination in

some branches of scientific studies carried on under the
control of the Board of Education. In other branches of
study, particularly in Engineering, the records of work done
during the instruction course are allowed to count materially
towards the marks for the qualifying examination. Even in
medicine a pious opinion has been officially expressed in
favour of the principle of registration and inspection. The
Faculty of Medicine of the University of London has recently
reported as follows to the Senate :-  ’ __
The Faculty is of opinion that a great educational advantage would

be secured if the University were to extend its inspection to all prac-
tical work done by its undergraduates in each school with the object of
allowing the report of its inspectors to carry some weight in the
examinations for which the students are preparing. Though conscious
of many difficulties the Faculty believes that such a scheme is possible
and would urge the Senate and governing bodies of the schools to pre-
pare for it.

Many difficulties are recognised in securing this limited
use of inspection in conjunction with examination. But

they will assuredly be overcome, and once the system
obtains a footing it can hardly be doubted that it will ulti-

mately be generally acclaimed as a highly satisfactory means
of overthrowing the evil of the examination fetich and of
allowing us to attain the true aim of medical education.

LONGEVITY.-The Rev. Hugh Pritchard of
Llangaffo, Anglesey, commenced his hundredth year on

Feb. 25th.-Mrs. Honor Coleman of Cleeve, Bristol, cele-
brated the anniversary of her birthday on Feb. 22nd, having
attained the remarkable age of 106 years.

ST. MARK’S HOSPITAL.-Sir Richard B. Martin.
treasurer of St. Mark’s Hospital, presided at the seventy-
first annual meeting of the governors on Feb. 14. In moving
the adoption of the report he said that the committee had
been compelled to sell out stock to meet pressing demands
and that the sum of B1000 in new annual subscriptions is
essential for the maintenance of the work at its present
level. He referred to the high character of the nursing,
which is so important a factor in the treatment of the dis-
tressing diseases dealt with by the hospital. Mr. F. Swinford
Edwards said that the hospital gave special treatment to a
special class, but though the cost of "dressings," &c., was

of necessity high an examination of the details of expendi-
ture showed that affairs were managed most economically.
A notable feature of the year under review was that though
cases of great gravity had been treated the patients were
being passed through the hospital more rapidly than hitherto,
in other words, they were being cured more quickly. The
usual votes of thanks terminated the proceedings.
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GENTLEMEN,-You are all familiar with what is called a
" faint" ; many of you may know what it is "to faint," "

perhaps by your recollection of the first severe operation
you witnessed. "Cardiac syncope." we call it in medicine.
Our Anglo-Saxon ancestors called it "swooning," a word less
used to-day than it was not long ago. It is related to
" sigh " and perhaps arose from the irregular breathing often
observed. "Faint" came to us through the French from the
verb we still have in "feign." "Faint" " was spelt indiffer-
ently with an a or an e. The latter spelling now retains the
early meaning; with an a the significance has been differ-
entiated into that which concerns us to-day. So great a
change a single vowel makes, that a faint, if feigned, is a
feint.

Familiar as fainting is, adequately as we seem to know it,
there is much in it that we do not know. Our knowledge is
just enough to obscure our ignorance. The most obtlusive
feature of complete cardiac syncope is the loss of conscious-
ness which results, evidently due to the failure of the action
of the heart which precedes and attends it. But conscious-
ness is not the result of the circulation of the blood. To say
this is to state an obvious truism, for the two are totally
different in nature. Hence the loss of consciousness cannot
be the direct consequence of its ca1lse. Its immediate cause
must be a state of the nerve elements of the brain due to
the change in the circulation. We are apt to overlook this
when we think of the process of fainting, but its recognition
is of great importance because consciousness may be lost
from other causes. Its loss is the most common feature of
the epileptic seizure. Not long ago it was thought to be a
constant feature; without such loss an attack was said not to
be epileptic. We now know that this is altogether erroneous.
Minor attacks are common in which consciousness is only
blurred, and in local spasm especially it may be unimpaired.
Still, it is the dominant feature in each condition and it
involves a relation between them of considerable practical
importance. This is the greater inasmuch as the nature of
the brain state on which it depends in each is unknown.

We do not know whether it is the same or different in faint-
ing and epilepsy. The only indications we can obtain

depend on the discernment of any relation between the two.
Other questions regarding cardiac syncope need considera-

tion. How is it that the state of the brain results from
cardiac failure from the diminished circulation it causes ? 7

Perhaps the first reply that would be given to the question
is that the heart’s failure entails a diminution in the supply
of nutrition to the brain incompatible with its function.
But a little consideration will throw doubt on the adequacy
of this mechanism. The renewal of nutrition of the Delve
elements, the supply on which their metabolic processes
depend, is from the plasma about them, derived from the
blood, but for the time extravascular. At any moment the
amount of this must be adequate to maintain the metabolic
changes and the function that depends on these for a much
longer time than that during which consciousness is main-
tained in syncope. How incompetent tbi? influence must be
to account for the loss is evident from the features of the
fatal syncope of aortic regurgitation. The sudden death in
this disease, rare though it is, is clearly syncopal. But the
loss of consciousness seems almost synchronous with the
cardiac failure. In this instance we cannot even conceive
that it is due to the failure of nutrition.
Another mechanism, far more definite, consists in the

mechanical effect of cardiac failure. The resulting diminu-
tion in the blood pressure within the cavity of the skull, not
merely from the lessened arterial pulsation but from the
lessened force exerted by the blood within the arteries, must
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be great. It will be effective in proportion to its suddenness, I
as are all variations of intracranial pressure. The instance
last considered, the sudden arrest of the heart’s action in
aortic regurgitation, must be mechanically equivalent to
a "stunning" blow on the skull. In the more gentle failure
of ordinary syncope the mere diminution in pressure is

conceivably adequate to induce the alteration in the nerve
elements on which unconsciousness depends. As I have said,
we do not know its nature nor have we enough knowledge
to formulate a probable conception of it. It may be thought
of as a widespread retraction of cortical dendrites, inter-

rupting their connexion with all lower centres, but it can
only be as a speculation, of value only as a tentative aid to
thought.
The features of ordinary syncope merit consideration.

They are dominated by the failure of the heart’s action. As
this lessens in strength the effect is seen, especially where it
has to raise the blood against the force of gravitation, in the
pallor of the face, which the brain doubtless shares. We

may reasonably infer this when a cause is operative which
must act on face and brain alike ; but we cannot assume
that the brain is anasmic whenever the face becomes pale any
more than we can assume that the brain becomes congested
whenever the face is suffused with the blush of emotion.
This by the way. In syncope we may regard the surface
change as coinciding with that beneath the surface. With
it there are a sense of increasing feebleness, often undue con-
sciousness of the heart’s action, some respiratory distress which
may be manifested by sighing breathing, and frequently a
sense of nausea. Dimness or loss of sight often precedes loss
of consciousness, probably due to the lessened blood-supply
to the retinse. Of all structures the retina seems the most
sensitive, as indeed we might expect. Sight may suffer
without consciousness. A lad under some emotional excite-
ment in a hot, crowded room, felt faint and went out into the
cold night air for a few minutes. Feeling better, he returned
to the room and found that he could see nothing-all seemed
black. Sight gradually returned in the course of a few
minutes.

It is doubtful whether true cardiac syncope ever causes
absolutely sudden loss of consciousness, except when this is
due to a fatal arrest of the action of the heart. It is seldom,
if ever, so sudden as to cause a hurtful fall. As a rule, the
deliberate onset enables the sufferer to lie down, when
gravitation ceases to hinder the flow of blood to the brain
and the blood pressure is restored. The slow return of
strength to the pulse and of colour to the face is attended by
deeper breathing and gradually consciousness returns. With
it from the first there is correct perception of surroundings,
never the mental confusion and wandering or erroneous

action that are common after minor epilepsy. On the other
hand, after the latter there may be an instant return of a
normal mental state, with no transitional sense of lessening
prostration that is the usual mode of recovery from syncope.
Moreover, it is important to emphasise the fact that in minor
epilepsy, which alone can be confounded with cardiac
syncope, there is never initial pallor of the face. This
follows the onset. Error on this point is common because the
patient is only closely observed after some feature of the
attack has drawn attention to him. Much more frequently no
change in the tint of the face is to be seen either before or
after a minor seizure. This is true also of the pulse. The state
of the vessels of the retina does not necessarily indicate a
similar condition in those of the brain, but I once chanced
to have those of the retina under clear view by the direct
method of observation throughout a minor attack and no
change in them could be seen.
We shall see better how imperfect is our knowledge of

syncope if we consider the various causes by which the
failure of the heart may be brought about. One obtrusive
cause is loss of blood and another, similar in nature, is the
withdrawal of a large amount of blood from the general
circulation by its collection in one set of vessels. You know
that fainting may occur when much fluid is withdrawn from
the peritoneal cavity unless the abdominal vessels are sup-
ported by external pressure. This is, no doubt, the explana-
tion of one of the commonest causes of fainting in strong
men, violent diarrhoea or a violent purging. The flux to the
intestinal vessels and the copious efflux from them render
the amount of blood in the general circulation inadequate.
The effect of a hot room is ascribed to a similar mechanism,
the dilatation of the vessels of the surface, although in this
case other influences may perhaps cooperate.

In all these cases how, we may ask, is the failure of the

heart brought about ? Is it produced by the diminished
flow in the arteries of the heart or by the lessened quantity
within the cavities being insufficient to excite the contractions 7
Or does the diminution in the blood-supply to the medulla
oblongata excite an impulse in the pneumogastric which
causes the heart to fail ? The last involves two questions.
Is the inhibitory influence from the cardiac centre in the
medulla excited in it primarily by the change in the circu-
lation, or is it due to the influence of this change on the
cerebral hemisphere, the effect being focussed on the medulla 2
It may be useless to ask these questions, but few reasonable
questions are wholly useless. The same questions apply to
syncope from valvular disease of the heart.
Syncope is often due to a cause that can only act through

the nervous system. It may be produced by a sudden intense
pain, especially if felt in the abdomen or in the vicinity of
the heart. The mechanism is supposed to be a direct action
on the centre for the vagus, and this is rendered probable by
the proved effect of such pain on the vaso-motor system.
But syncope is only known to result if the pain is perceived.
In man, I think, a cause of adequate pain has not been
known to produce syncope if the patient was under the
influence of an anaesthetic. Hence it seems doubtful
whether the effect is due to a direct action on the vagal
centre ; the facts suggest that it is the result of a profound
influence on the sensory regions of the cortex, focussed
down on the cardiac centre in the medulla. The disturb-
ance of the cortex must also be concentrated on the
cardiac centre when syncope results from sudden intense
emotion.
Remarkable also is the characteristic syncope that may

be caused by the sight of blood. This must be purely
emotional in its production. It does not seem to be
caused by depicted blood, however realistic may be the
painting. A special idiosyncrasy renders some persons
liable to faint when certain odours are perceived, espe-
cially those of certain flowers, even such as are purely
pleasant to the majority. By what mechanism the
result is produced is unknown. It is difficult to conceive
that the stimulation of the olfactory nerve has a direct effect
on the vagus. It seems necessary for the odour to be

perceived ; so that here again the influence on the cerebral
cortex may be necessary for the effect. There is much

mystery in the part played by the cortex in connexion with
reflex processes.

Since we are ignorant of the nature of the condition of the
brain structures that underlies the loss of consciousness in

syncope on the one hand and in epilepsy on the other, we
have no means of discerning whether it is the same in each.
We know only that it is spontaneous in epilepsy, coming on
without any perceptible excitant, while in syncope it is
induced by the failure of the circulation. The question
gives special importance to any cases in which the two con-
ditions seem to be connected, especially in which repeated
syncope passes into minor epilepsy. Such a relation con-
stitutes indirect evidence of the essential identity of the
functional state in the two conditions. It is suggested by
the following cases.
CASE l.-A girl, when about seven years old, tecame

liable to faint on any sudden start or alarm. The faints had
all the characters of cardiac syncope ; there were pallor,
coldness, and gradual loss of consciousness. After some
years such faints occurred without any sudden excitant and
became more sudden in onset. When ’she was 17 years old
one of these attacks passed into a distinct epileptic fit, with
deviation of the head, general clonic spasm, and micturi-
tion during the attacks. This case may seem inconclusive,
because the early attacks may have been possibly epilepsy
with excitation of the fits, although this opinion is hardly
consistent with the gradual development of unconsciousness,
with preceding pallor. The following case is not open to
this objection.
CASE 2.-A single woman, aged 34 years, had been liable

for many years (12 or more) to apparently tme fainting
attacks, caused by excitement, over-fatigue, or a hot room.
They began with palpitation of the heart and a sense of
faintness, followed by gradual loss of consciousness, which
did not become complete if she was able promptly to lie
down, when she always began to recover. At the age of 25
years these faints changed in character. She became un-
conscious more suddenly and without any exciting cause;
indeed, the onset was so abrupt that she often only knew
that she had had an attack by finding herself on the floor.
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Recovery was then by mental confusion, not lessening faint- ’IIness, and at first she could not tell where she was.
CASE 3.-Another patient, regarding whom the facts

could be ascertained with considerable precision, was a

woman who became prone to faint in early girlhood, espe-
cially in hot, crowded places. In these she first became pale,
felt faint, and gradually lost her sight, and then, if she tried
to stay where she was, she lost consciousness. Usually,
when sight had failed, with help she was able to walk out of
the place. During the effort dim sight returned and the
fresh air quickly restored her. These are the typical
symptoms of cardiac syncope. Such faints continued until
she was 30 years of age, when she became liable to sudden
brief loss of consciousness in which she often fell and some-
times hurt herself. After these she usually slept and usually
could not afterwards recall what had happened between the
attack and the sleep. One occurred in a room with the
door locked ; the noise of her fall alarmed her friends, who
knocked at the door. She got up and opened it, then she
lay down and went to sleep, but afterwards remembered
nothing of the incident. Such attacks were undoubtedly
epileptic and after they began she ceased to be liable to the
faints. She never had a convulsive seizure but the attacks
continued until she came under treatment at 42 years of age,
when they were arrested by bromide; she has since con.
tinued free. There were no heart disease and no family
history of epilepsy, and no cause could be ascertained except
the apparently disposing influence of the cardiac faints.

These cases present strong evidence of the influence of
repeated cardiac syncope in disposing to epilepsy. They
suggest that the state of the nerve elements that underlies
the loss of consciousness in syncope may, by repeated in-
duction, acquire a tendency to spontaneous development,
which constitutes minor epilepsy. The following case pre-
sents a similar indication, slightly different in nature.
Attacks of unconsciousness occurred with the suddenness
of minor epilepsy, but after an excitant such as induces
syncope.
CASE 4.-A married woman, aged 38 years, came under

observation on account of slight hemichorea of two months
duration. She had had au attack of chorea at 19 years of
age, lasting for two months, and another at 33 years of age,
lasting for six months. There was no heart disease. At

. 

the age of 34 years she cut her finger badly; two days later
the bandage suddenly slipped off and at the sight of the cut
she instantly fell unconscious, hurting her nose in the fall.
She breathed heavily for ten minutes and then recovered.
When she was 37 years of age she again cut her finger
slightly and immediately became "dazed," became pale, and
then lost consciousness for five minutes. The first of these
attacks had the definite features of minor epilepsy in sudden-
ness and character, although excited by an occasional cause
of syncope. The second was due to a similar cause and
resembled syncope in its less sudden onset and in the fact
that pallor preceded loss of consciousness, but before the
pallor there was definite disturbance of function in the
brain. The features of these attacks are of obvious interest
in relation to the question of identity of nature.

Whatever is the relation of the brain process in syncope
and epilepsy the two are brought together in a very practical
way by the frequent difficulty of distinguishing one from the
other. The difficulty often exists when it should not, and in
characteristic forms of either it can scarcely arise. That it
is sometimes reasonable is evident from the fact that attacks
that are originally syncopal seem sometimes to become

epileptic. But when the diagnostic difficulty is not reason-
able it may be very real. Its reality justifies a scrutiny of
its causes, which is further justified by the fact that it
reveals instructive features which might otherwise escape
attention.

The error of regarding minor epilepsy as cardiac faints,
which is the more common, is often promoted by the natural
tendency to perceive the less grave. The distress that is
caused by the recognition of epilepsy naturally deters
from the diagnosis and causes all reasons for doubt
to receive great weight. Inclination may distort the
vision even of a well-balanced mind and cause a mental
astigmatism, by which lines in one direction appear more
distinct. Instances of this are very common. A pertinent
example came to my notice recently, which conveys a

special lesson in diagnosis. A patient with no relevant
disease told me, as an unimportant incident, that he bad
recently fainted just as he had finished his dinner. He had

taken nothing cloubtlul or unwise. On inquiry as to thefeatures of the faint, it seemed that just as he had finished
the meal before rising from his chair, he suddenly felt
extremely sleepy and knew no more until he heard the
words, "Are you better now ? from a companion who,
seeing he was unwell, had saved him from falling off his
chair. He had been unconscious about two minutes and
became dusky in aspect. On recovering he was well almost
at once. These are not the features of a cardiac faint. Such
sudden, intense, brief sleepiness is not met with at the
onset of syncope and is often met with in minor epilepsy ;
this is true also of the dusky tint, which indicates impair-
ment of breathing, not of the heart, while the very sudden
return to the normal state is also an epileptic indication.
Whatever were its immediate cause and remote significance,
it was certainly not a cardiac faint.
The error of regarding attacks as syncopal when their

features indicate that they are independent of the heart is
promoted not only by a tendency to take the milder view
but also by the fact that sometimes their characters may
suggest a cardiac origin. One of these is a sensation referred
to the heart or its region. When it is really an epileptic aura,
it seems to indicate that disturbance of the heart is the
first element and that its failure causes the loss of conscious-
ness. Such an error is the more easy because a cardiac aura
is not common in epilepsy and its occurrence may even be
unknown.
CASE 5 -A boy, aged 16 years, had "fainted" about a

dozen times during a fortnight, nine months before he was
seen, but not again until the previous week. During this he
had fainted eight times, always in the day. In the first
series, each faint had begun by a sudden stab at the heart,
instantly followed by unconsciousness. In the later attacks
the cardiac pain was also the first symptom, but was

slighter and less brief and was accompanied by a sense
of nausea and giddiness. After a few seconds he fell
from sudden loss of consciousness. On its return, after a
" minute," he struggled and had to be held down, evidently
in the hysteroid state that so often follows minor epilepsy,
but never occurs after cardiac syncope. Yet the case had
been regarded as one of simple cardiac faints on account of
the initial pain, which was really an epileptic aura. It is
noteworthy that when it became more deliberate, the dis-
turbance spread in the central relations of the vagus, causing
the sense of nausea and associated giddiness, which are not
uncommon but might have been thought to be evidence of a
gastric cause.

Less frequently simple cardiac faints are thought to be
minor epilepsy, chiefly when the patient ia a member of a
family in which epilepsy has occurred. Heredity naturally
excites suspicion as to the nature of loss of consciousness.
CASE 6 -A girl, aged 18 years, whose cousin was epileptic,

had suffered from loss of consciousness several times during
the preceding year and the attacks were regarded as minor
epilepsy. But each had occurred under conditions capable
of causing cardiac syncope. Each began with pallor and a
sense of faintness; in each sight failed first and then
consciousness was gradually lost. There was no rigidity, and
recovery, on being laid down, was by a slowly lessening
sense of faintness, without any mental confusion. The
opinion that they were simple cardiac faints was confirmed
by complete recovery under tonics.
As the last case shows, the fact that an attack is excited

by an external influence is important as confirmation of its
syncopal nature, when this is also indicated by its features.
Too much weight should not be placed on the fact that it is
thus induced, unless the exciting influence is distinctly such
as causes syncope. Even then it should be subordinate to
the character of the faint. As a general rule, in the
differential diagnosis of disease, symptoms must be combined
and their relative weight considered. Distinctions are not
always distinctive.

Epileptic attacks also are sometimes excited by an external
influence, sometimes by such as might seem likely to cause
syncope. A sudden noise, such as the sudden slamming-to
of a door, may cause an attack of unquestionable minor
epilepsy in those who are subject to it. A sudden sound is

always, as we say, "startling." The "start" is a sudden
movement which represents the instant motion to escape
from danger, which is so familiar to us in lower creatures.
Indeed, this may have led to the term "e-motion" " as a
designation of the class of mental processes of which the
fear that excites movement out of danger is the most
frequent in the animal world. The wide and instant effect
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on the cortical centres renders it easy to understand that it
should sometimes excite an epileptic seizure in those who
are liable ; indeed, we may feel surprise that the effect is so
seldom met with. A sudden alarm occasionally induces a
true faint, but the alarm is usually more profound than I
that caused by a sudden sound, and the attack comes on
deliberately. 
Sudden change of posture is an occasional excitant of loss

of consciousness, and it may be regarded as evidence that
this is syncopal if the change is to the erect posture.
For the moment the flow of blood to the head must be
hindered, but in some cases of undoubted epilepsy it may
induce an attack. I had once an opportunity of observing
such an attack. Consciousness was instantly lost; the
patient became rigid and would have fallen unless supported ;
the conjunctival and pupillary reflexes were absolutely lost.
Had it been syncope the onset would have been deliberate,
preceded by pallor, and there would have been no rigidity.
The mechanism of an epileptic attack thus induced is an

interesting problem. ’ The facts suggest the possibility that
the sudden diminution in blood pressure, trifling as it must
have been, may have caused the nerve elements to pass into
the condition which underlies the unconsciousness of a com-
plete syncopal faint. They again bring before us the

question whether this may not be identical with that of
epilepsy.

Stooping, lowering the head, has the opposite effect on the
intracranial circulation ; it tends to increase the amount of
blood in the vessels, especially when combined with flexion
of the neck, hindering the return by the veins, and with
some effort, which is usually the object of the stoop. The
fulness of the vessels thus induced seems sometimes to
cause a momentary loss of consciousness, but this is not alone
effective often enough to come into relation to our present
subject. A more intense mechanical congestion is induced
by severe paroxysms of cough, such as those of whooping-
cough. They may culminate in a moment’s unconscious-
ness, as if the sudden increase of blood pressure produced
the same functional state of the nerve elements as its
sudden decrease. I may mention an interesting personal
observation by one of the most distinguished physicians of
the last century who had an attack of whooping-cough when
nearly 60 years of age. In many of the more severe

paroxysms of coughing he had a moment’s loss of
consciousness. The impression his own sensation gave
him was distinctly that this was not the effect of the
mechanical congestion; it seemed to him to be due to a

process of discharge spreading from that in the medulla
which caused the cough.
To the case in which epileptic attacks were induced

by standing up the following presents an instructive con-
trast :-
CASE 7.-A woman, aged 38 years, had epileptic attacks

in the night, apparently of minor character but attended by
micturition. They also occurred in the day and then began
with a sensation of a sudden rush to the head, followed by
loss of sight and then loss of consciousness. Automatic
action followed the attack. One was so sudden in onset that
she fell unconscious on the floor. Thus there can be no
question of their epileptic nature. In her, stooping often
induced a partial attack, there was a sudden rush to the
head, and complete loss of sight, which gradually returned
on rising, but there was not actual unconsciousness. Other-
wise these attacks, induced by stooping, resembled closely
those that were spontaneous. The lesson of the case is that
repletion of the vessels and increased intracranial pressure
excited the state of the nerve elements which constituted
the epileptic seizure. The effect, moreover, bore some

resemblance to partial syncope due to cardiac failure, but
was more rapid in its course.
The connexion between the cases we have considered is the

fact of loss of consciousness. If we realise that the state of
the cerebral nerve elements on which it depends may be
similar in both syncope and epilepsy, many of the facts of
the cases I have referred to become more intelligible. In
epilepsy the instability of the nerve elements causes them to
pass, suddenly and spontaneously, into the same state as is
induced more slowly by the failure of the pressure and flow
of blood which result from cardiac syncope. We can then
understand that such repeated induction of this state by
failure of the heart may lessen their inherent stability, until
the change may occur spontaneously as definite minor

epilepsy. We can also understand that a change of position
which lessens slightly the blood pressure may promote the

onset of an attack of epileptic unconsciousness in those who
are liable to this.
My chief object is to impress on you the fact that the

functional state of the brain in syncopal unconsciousness is
distinct from the failure of the blood-supply that causes it,
and may be nearly the same as that which occurs in

epilepsy, apart from the state of the circulation. Other

objects are to direct -attention to the uncertainty there is as
to the precise mechanism through which the heart failure is
induced by its various causes, the occasional causal relation
of syncope to epilepsy, the problems of their diagnosis.
Perhaps the first object I have just mentioned may now seem
superfluous. The definite distinctness of the cerebral process
may appear self-evident and it may seem that I have laboured
overmuch to make clear that which needs no demonstrating.
If so, I am well content.
! 

&deg; 

-

ABSTRACT OF

The Milroy Fectures
ON

KALA-AZAR, ITS DIFFERENTIATION AND
ITS EPIDEMIOLOGY.

Delivered before the Royal College of Physicians of London

BY LEONARD ROGERS, M.D. LOND.,
F.R.C.P. LOND,,

MAJOR, I.M.S.; PROFESSOR OF PATHOLOGY AT THE MEDICAL COLLEGE,
CALCUTTA.

LECTURE 11.

Delivered on Feb. 26ih.

KALA-AzAR AS A DISEASE.
MR. PRESIDENT AND GENTLEMEN,-In my first lecture I

dealt with kala-azar as an epidemic, tracing its origin,
spread, and decline, and referred to a similar earlier outbreak
in Bengal known as " Burdwan fever." To-day I pass on to
describe the disease itself, its course, complications, and
terminations, and shall show you that it is not one whit less .

terrible when considered individually than collectively, for
it literally kills by inches after most prolonged sufferings,
which we are still powerless to check to any great extent.
As the latter stages of the disease are much better known
than the earlier ones it will be clearer if I first describe the

typical advanced condition, returning to the still rarely
recognised commencement of the fever.

[With regard to the general appearances in the charac-
teristic stages of the disease kala-azar, a number of
lantern slides showing groups of cases were shown and
the salient points of each were described, the main features
being the marked contrast between the tumid bellies due to
the very great enlargement of the spleens and sometimes
also of the liver, contrasting with the great wasting of the
chest, face, and limbs. Brief notes were given of a group of
hospital cases which illustrated the different courses that
disease might take, while a village group showed the great
frequency of the affection in children, just as in malarial
fever, the incidence decreasing steadily in the subsequent
decades. Other groups of sporadic cases, then known as
"malarial cachexia," in the Sylhet Valley, which was not
invaded by the epidemic, showed the clinical identity of the
two forms of the disease, which was the principal argument
of the lecturer in his 1897 report in favour of the epidemic
disease in the Brahmaputra Valley being but an intensified
form of malarial fever. The extreme wasting in the last
stages and the occasional dropsical ascitic complication pro-
duced by a peculiar form of intracellular cirrhosis of the
liver were also illustrated. The lecturer then proceeded :]

Family distribution.-Several of the cases already referred
to illustrate very well the extraordinary tendency of this
disease to attack a number of persons in the same family or
household, but the frequency with which this is the case
will be better realised from the following figures relating to
20 successive Assamese patients seen in the Nowgong Hos-
pital. Among their near relatives no less than 123 persons
had been attacked by kala-azar, only two of whom recovered
from it, while but 44 had escaped the infection, or, to put it

1 Lecture I. was published in THE LANCET of Feb. 23rd, 1907, p. 486.


